(1), we used the same device from the same manufacturer; subjects maintained a nighttime sleep schedule and were aroused from scheduled sleep for one episode of light-behind-the-knee exposure for the same duration of time and at the same light intensity reported to elicit a phase delay shift. Phase shifts were assessed two nights after the intervention. However, our study differed from (1) in several respects to ensure the precision of the phase estimates and to control for possible phase-shifting stimuli. First, participants were shielded from ocular light (0 lux) during extraocular light exposure. Second, condition assignments were double blind and random, with all light exposures at one circadian phase and each individual tested only once. Third, participants were maintained in very dim light (ϳ1.5 lux in the angle of gaze) between circadian phase assessments during scheduled wakefulness preceding and after the intervention. Fourth, melatonin data were used to assess circadian phase in both active and control conditions (9) . Finally, sleep was not extended.
In contrast to ocular light exposure, which significantly delayed melatonin phase and acutely suppressed melatonin secretion compared with controls, there was no significant difference for melatonin phase changes between subjects exposed to light behind the knee compared with controls and no acute melatonin suppression during the intervention (Fig. 1) . The melatonin phase changes observed in groups DK and BK were consistent with the transient, period-dependent phase realignment expected in dim light (12) (Fig. 1A, column P) . These data indicate that ocular light exposure was necessary and sufficient for both circadian phase resetting and the regulation of melatonin secretion. The current findings are inconsistent with the report that bright light exposure to the back of the knees can reset the HCP (1). Although nonocular light exposure can directly affect deep brain and body circadian oscillators in many species (9), the suggestion that photic signals are carried from the back of the knee to the human brain via the circulatory system is not supported by our data. BE significantly delayed melatonin phase and acutely suppressed melatonin secretion compared with DK controls (P ϭ 0.003272) and (P ϭ 0.000020), respectively. In contrast, there was no significant difference for melatonin phase changes between BK and DK and no acute melatonin suppression during the intervention in either of these conditions (P ϭ 0.943071) and (P ϭ 1.000000), respectively. Significant differences for phase shifts and melatonin suppression were also observed between BE and BK (P ϭ 0.011359) and (P ϭ 0.000016), respectively. 
